Introduction
It has been reported that hyperlipidemia, a major risk factor for atherosclerosis1), can lead to functional and morphologic changes in endothelial cells2,3). Endothelial cellular dysfunction may play a major role in the etiology of atherosclerosis4). The endothelium may contribute in several ways to the local regulation of vascular function, since endothelial cells produce prostaglandin 12 (prostacyclin) as well as endothelium-derived relaxing factor(s) 5, 6) . The impairment of endotheliumdependent relaxations in atherosclerotic arteries has been reported both in experimental animals and humans7, 8) . Information regarding the impairment of endothelium-dependent relaxation in hypercholesterolemia is inconsistent9,10), It was reported that human LDL inhibits endotheliumdependent relaxation in normal rabbit aorta11. This study was therefore designed to examine whether a mild degree of hypercholesterolemia might alter porcine coronary artery reactivity, and how atherogenic lipoprotein would affect the vasoactivity of the endothelium of coronary arteries exposed to hypercholesterolemia. 
4) Morphology
In vessels examined by light microscopy, there were limited small areas of fragmentation of internal elastic lamina induced by a high cholesterol diet for 4 weeks. Limited small areas (2.6%) of intimal thickening and fragmentation of internal elastic lamina were observed in the animals given the high cholesterol diet for 9 weeks. 
